Letter to the editor

Dear Editor
It is well known that patients with recurrent calcium nephrolithiasis present bone mineral density loss manifesting as osteopenia or osteoporosis in the lumbar spine and/or hip.
1 Moreover, it has been observed that in patients with calcium stones and idiopathic hypercalciuria, higher levels of fasting calcium/creatinine increase the possibility of osteopenia, therefore there is a risk factor for bone mineral density loss. 2 Some markers that are increased in patients with bone mineral density loss and recurrent calcium nephrolithiasis, such as alkaline phosphatase, osteocalcine, β-crosslaps, calciuria and fasting calcium/creatinine in urine, are useful in the diagnosis, together with image tests (bone densitometry, abdominal CT) and follow-up after initiation of treatment. 2 Although no single mechanism has as yet been identified to explain bone mineral density in patients with recurrent calcium stones, inflammatory and hormonal factors could be involved in the pathophysiology. 3 It has been observed that patients with prostate cancer who are given hormonal therapy to block androgen production demonstrate an increase in bone mineral density loss, which, as would be expected, results in osteoporosis and the attendant risk of bone fracture. 4 Given that the rate of bone loss appears to be maximal in the first year of treatment, 4 a rational approach would be for these patients to undergo pre-therapy densitometry as well as to be checked for metabolic markers, such as calciuria and fasting calcium/creatinine. The most common treatment for prevention of osteoporosis in patients with androgen deprivation therapy is calcium plus vitamin D together with an antiresortive drug. 5 However, based on our knowledge of the relationship between osteoporosis and recurrent calcium stones, it appears advisable to study each patient's metabolic profile before initiating treatment with calcium plus vitamin D in order to avoid an increase in the risk of calcium stones. In a preliminary study, we observed in 10 patients with prostate cancer a 15% increase in the incidence of calcium stones after two years of androgen deprivation therapy; the hypothesis is that this outcome could have been produced by the effect of the specific treatment on bone, which induces osteoporosis and secondary fasting hypercalciuria. Since to date no studies have analyzed the relation between androgen deprivation therapy, bone and calcium stones, it is our belief that this aspect of the therapy should be carefully examined to elucidate whether the above observation is valid.
